Introduction
It is now generally accepted that the acquired immune deficiency syndrome (AIDS) is caused by infection with human immunodeficiency virus (HIV), previously known as human T cell lymphotropic virus type III (HTLV-III),'-6 or lymphadenopathy associated virus' or AIDS related virus.7
The first case of AIDS in the United Kingdom was reported at the end of 1981. 8 As the disease has a long incubation period, this suggests that the virus was being transmitted before that year. To identify when infection with HIV first appeared in our health district, we tested serum samples stored for five years, which had been collected from men attending the sexually transmitted diseases (STD) department. In addition, we tested these serum samples for antibodies against cytomegalvirus (CMV), which is a common opportunistic pathogen in patients with AIDS.
Materials and methods

SERUM SAMPLES TESTED
All serum samples submitted from the STD department since 1980 had been stored at -20°C. Those The overall prevalence of antibodies to HIV in homosexual men (10/94; 11%) agrees with that previously reported in a larger series from a neighbouring health districtl2 and from other parts ofLondon. '4 15 This relatively high prevalence should not be taken as representative of all homosexual men, as STD clinics obviously see patients whose lifestyle exposes them to STD in general. The data do show, however, that infection with HIV has spread rapidly among sexually active homosexual men attending STD clinics in London.
It was interesting to note that infection with CMV was significantly more common in homosexual than heterosexual men, which confirms a report from San Francisco.'6 Thus the lifestyle of homosexuals attending STD departments exposes them to both HIV, which can cause AIDS, and to CMV, which is an important opportunistic pathogen in patients with AIDS. Furthermore, concentrations ofIgG antibodies specific to CMV were significantly greater in seropositive homosexuals than seropositive heterosexuals, which suggests that the seropositive homosexuals had experienced greater antigenic stimulation with this virus. Such antigenic stimulation could result from exogenous reinfection with CMV or from reactivation ofendogenous virus. Ifreactivation is more common in homosexuals than heterosexuals, the fact that the higher concentrations of antibody to CMV were not restricted to men positive for HIV is interesting. It is therefore tempting to speculate that homosexuals as a group may have impaired T cell immune surveillance that may permit latent viruses, such as CMV, to reactivate. This hypothesis is speculative, but lends support to the concept that the cell mediated immune functions of many male homosexuals,'7 not just those who have been infected with HIV, are aberrant. The hypothesis is also compatible with the concept that HIV is itself an opportunistic agent that has spread through the male homosexual population because of an underlying immune deficiency.
Finally, our finding ofevidence of infection in serum samples collected as long ago as 1981 supports our long standing decision to regard all serum samples submitted to the laboratory as being potentially infectious. All samples are handled with care, not just the minority bearing some form of"biohazard" label. We believe that training staff to practise routinely simple precautionary steps is sufficient to protect ourselves against infection with HIV or hepatitis B, and we await with interest the final report ofthe Advisory Committee on Dangerous Pathogens, which should contain formal recommendations for the handling of such specimens.
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